smith Hospital she had noticed swelling of her ankles. it was only partially controlled by taking frusemide 80 mg daily.
On examination, her visual acuities (VA) were 6/18 on the right (R) and 6/24 on the left (L). She had no rubeosis, her intraocular pressure was normal, as were her anterior chambers. She had early cortical cataracts. The vitreous was normal; in particular no cells were seen. Fundus examination showed cystic macular oedema and early disc new vessels in both eyes (Fig. la) . General examination showed that she was of ideal body weight; her blood pressure (BP) was 140/80 mmHg lying and standing. She had foot and ankle oedema, absent ankle reflexes, and reduced vibration sense.
Investigations showed normal blood urea, creatinine, cholesterol, triglycerides, haemoglobin (Hb), and white cell count (WBC) . Serum proteins were normal, but albumin was at the lower limit of normal. Her blood sugar control was poor, and most blood sugars were over 15 mmol/l whatever time of day they were taken.
Florescein angiograms showed good initial capillary perfusion, with early profuse leakage from all the capillaries in the macular region, and disc leakage ( Fig. lb and c) .
Medical course. General diabetic control was improved by changing her insulin dosage to soluble and isophane (NPH) 8 units each twice daily. Over the last 4 years her urine has been mostly free of sugar and blood sugar levels were mostly less than 9 mmol/l. Her On examination his visual acuities were R 6/6 and L 6/9. He had no rubeosis, normal intraocular pressures, and normal anterior chambers. Fundus examination showed bilateral cystic macular oedema (Fig. 3a) . His BP was raised at 180/115 mmHg, and he had reduced vibration sense. Otherwise medical examination was normal, and in particular he had no ankle oedema, no signs of peripheral neuroLc pathy, and was only 5% above ideal body weight.
Investigations showed normal blood urea, proteins, triglycerides, cholesterol, Hb, and WBC. Blood sugars were under 10 mmol/l. He had no proteinuria.
Fluorescein angiography showed symmetrical maculopathy with early good perifoveal perfusion, and early profuse leakage from all the capillaries at the posterior pole ( Fig. 3b-c ). There was also some peripheral capillary non-perfusion.
Medical course. Blood pressure was controlled with clonidine and beta blockers, but diabetic management has been maintained unchanged. He has kept in good health and maintained good control of his BP and diabetes. In 1978 further blood tests 3a searching for evidence of generalised capillary endothelial damage showed factor VIII levels, platelet studies, fibrinogen, and fibrin degradation products to be in the normal range.
Ocular course. In 1974 he was entered in the paired eye photocoagulation trial (British Multicentre Group, 1975) , and the left eye was drawn for xenon arc photocoagulation (335 burns as a pattern bombing). The right eye was untreated as a control. Over the 4 years' follow-up vision has decreased gradually to 6/60 in both eyes by 1978. Visual loss has been due to persistent gross leakage at the maculae leading to cystic macular oedema and finally bilateral macular holes (Fig. 4a-c) . Investigations showed normal blood urea, triglycerides, cholesterol, Hb, and WBC. Factor VIII level, fibrinogen, fibrin degradation products, and platelet function tests were normal. His blood sugar levels were always above normal.
Fluorescein angiography showed good initial capillary perfusion and profuse early leakage from all the capillaries in the macular region.
Medical course. Over the 12 months to 1978 his diabetic control remained very poor but otherwise he was well. Because of his poor diabetic control he was admitted to the Hammersmith Hospital and treated for 2 weeks with continuous subcutaneous insulin infusion (Pickup et al., 1978) . On this regimen blood sugars were mostly below 10 mmol/l throughout the 24 hours. He was discharged on twice-daily soluble and isophane insulin and maintained improved control. However, at this time on his local doctor's advice he recommenced single daily insulin injection, with deterioration of his diabetic control.
Ocular course. His visual acuity had fallen to VAR 6/36 and VAL 6/60 despite argon laser treatment to both posterior poles-given as a focal and grid pattern, 87 burns on the right and 400 burns on the left prior to admission to hospital. While on continuous insulin infusion his vision improved to R 6/24 and L 6/18, though the fundus appearance and fluorescein angiogram remained the same (Fig. 5a-c) . At his last visit, 2 months after discontinuing twice daily insulin, his visual acuity had decreased to R 6/60 and L counting fingers. The fluorescein angiogram was unchanged. in both eyes over the preceding 9 months. One year previously she had been diagnosed diabetic, after presenting to her local doctor with symptoms of thirst, weight loss, and frequency. At that time her vision was normal. The diabetes had been treated with 100-g carbohydrate diet, long-acting phenformin 50 mg twice daily, and chlorpropamide 500 mg daily.
On examination her visual acuities were VAR and VAL 4/60 each. She had no rubeosis, normal intraocular pressures, normal anterior chambers, and early cortical lens opacities. Fundus examination revealed cystic macular oedema. On general examin-Oa 6b (Fig. 6a-c UGDP (1977) . Furthermore, it is possible that once a certain severe degree of retinopathy is present the lesions, especially nonperfused areas, are irreversible. In this as in other maculopathies there was a progressive occlusion of small vessels in the retinal periphery. In the first 2 patients it was observed at presentation. In Patient 4 it occurred during the period of follow-up, and in Patient 3 after completion of the report. Capillary non-perfusion occurs in all forms of diabetic retinopathy and is not thought to be relevant to the excessive permeability seen in these patients. Photocoagulation is of some benefit in most forms of maculopathy (Patz et al., 1973; Group, 1975) . In our group it seemed to have very little effect. This is in agreement with the findings of Schatz and Patz (1976) , whose patients with severe macular oedema also did not respond to extensive treatment. In conclusion, in type 1 diabetics with this rare condition good physiological diabetic control should be aimed at in the first instance, photocoagulation should be tried early, but it is important to maintain a guarded visual prognosis.
